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hypoplastic alveolar ridge. These dental abscesses are common and therefore the extraction 










treatment to be performed in these cases.


















an X-linked dominant metabolic disorder, that may 




decreased renal tubular reabsorption of inorganic 
phosphates6,8.
The prevalence rate is usually reported to 
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genetic defect in renal transepithelial transport 
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tubular reabsorption of phosphate and persistent 
hypophosphatemia. The features of rickets are 
the main systemic signs, but many children are 










the production and the rate of mineralization 
of bone matrix, hence the accumulation of 
unmineralized matrix and poorly mineralized bone, 


















be present and arched or curve legs6,16.
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include dentin defects, unusually large pulp 
chambers and enlarged pulp horns, in some cases 













dura and hypoplastic alveolar ridge16.
On histologic analysis, the dentin exhibits large 
tubular clefts or lacunae and the enlarged pulp 
horns may extend beyond the dentino-enamel 
junction5,6. The poorly formed dentin and close 







complications, because the bacterial ingress to the 
pulp is being facilitated, occurring spontaneous 
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caries6,14.
The purpose of this article is to report a case 
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disorder. The medicines taken by the patient 
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extending to the dentino-enamel junction, poorly 
defined lamina dura and hypoplastic alveolar 
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the apices of the primary maxillary right and left 
central incisor (#51,61), primary maxillary right 
and left lateral incisor (#52,62), primary maxillary 
right and left canine (#53,63) and primary 
maxillary right and left first molar (#54,64), 
primary mandibular right and left central incisor 











performed: #51, 61, 81 and 71. At the second 
























cement (Vitremer, 3M/ESPE, USA).
During the aforementioned treatment, primary 










* '+ The patient presented complete primary 
dentition and none of the teeth examined showed 
evidence of caries
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caries or trauma in a short-term. These teeth 
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sick and did not attend the consultations. In the 
other teeth, the primary mandibular right second 
molar (#85), lateral incisor and canine (#82,83), 












LTDA, Brazil). After a 7-day period, the dressing 
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cement (Vitremer, 3M/ESPE, USA) (Figure 6).
In order to maintain the space of primary 
maxillary right and left second molars and primary 
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USA) (Figure 7A-B). The postoperative clinic course 
* Panoramic radiography showed the initial conditions
*  Periapical radiography showed areas of 
rarefaction around the apices of the primary maxillary 
right and left central incisor
*'+ Teeth #82 and #83 fused, clinical and periapical radiography
A B
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Dental abscesses are frequently observed in 
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caries or trauma9,12,13. Recurrent abscess formation 
affecting multiple non-carious primary teeth has 
















there are channels connecting the pulp horns to 
* '+ Periapical radiography showed pulp 









* '+ Fixed space-maintainer for maxillary and 
mandibular
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the enamel is lost through attrition or caries, 
oral microorganisms enter the pulp through 






the manifestations, spontaneous dental abscesses 
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to seek dental attention and then, subsequently, 
medical evaluation15. Andersen, et al.1 (2012) 
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complications in these patients and the number 






age. These authors concluded that the need for 
endodontic treatment among these patients is 
comprehensive1.
The basic dental defects in vitamin D-resistant 
rickets seem to be manifested in dentin. Enamel 






of trauma or caries, and radiographic evidence 
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extending beyond the dentino-enamel junction are 
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treatment are recognized in the case presented.
According to some authors, the histologic 
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amounts of interglobular dentin. Furthermore, 
microorganisms could be detected in dentinal 
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tubules and the pulp. These light microscopic 
results suggest that clinical manifestations, such 
as pulp recrosis and periapical lesions, may be 
caused by the penetration of microorganisms 
	
	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pathologically altered enamel microstructures of 
affected teeth3,7-9,12. These results might explain 
the clinical problems related to permanent and 
primary dentition. Further histologic examinations 
of teeth of the patient are necessary. Patients 




As demonstrated in the present case, patients 
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thin globular dentin and enlarged pulp horns 
that extend into the dentino-enamel junction. 










odontoblasts, decreases the response to pulp 
infection. In this case, the spontaneous abscesses 
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The main management strategy for the dental 
manifestations is the prevention of dental abscesses 
by prophylactic treatment. In the patients, this 
may be achieved through prophylactic pulp 











The methodical failure of these treated teeth 
suggests unhealthy pulps. The general assumption 














cavity, resulting in microscopic exposures from 
the time of eruption. The prophylactic pulpotomies 
are being performed on pulp tissue that is not as 







continued to progress undetected. Since the pulpal 
health of teeth in these patients may be suspect, 





there is insufficient evidence to suggest that 
the recommendation for prophylactic pulpotomy 
therapy is beneficial in preserving primary 








supplements, therefore, this hypothesis must be 
explored precisely6.
Moreover, to prevent spontaneous dental 
abscesses as observed in our patient, early 











oral hygiene should be performed9. Thus, dentists 






patients and that might request referrals to dentist 
as early as possible to prevent dental infections.
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